Introduction
Dupuytren's disease (DD) is a chronic disorder, characterized by development of nodules and cords in the palmar and/or plantar aponeurosis. These pathologic changes arise from a fibrotic process, but the exact mechanism of contracture is unclear. Chiu and McFarlane (1) reported a clinical-pathological description; the three stages of the disease were recognised as early, active and advanced stages.
Previous reports have indicated that inflammatory mechanisms may be involved in the pathogenesis of DD. A number of authors reported that nodules contain inflammatory cells; mainly lymphocytes and macrophages (2) . An increased frequency of activated (HLA-DR+) T-lymphocytes were also detected in the biopsied tissues (3) . The elevated ratio of activated T-cells has been found in the peripheral blood of patients with DD, as well (4) . The role of cytokines with T-cell origin was also proved. Transforming Growth Factor-β (TGFβ) induces the transformation of fibroblasts into myofibroblasts that are responsible for the shrinkage of aponeurosis (2) . A significant association was found between DD, HLA-DR3 and autoantibodies to types I-IV collagen (5).
Our aim was to investigate the participation of inflammatory mechanisms in the pathogenesis of DD and explore the distributions of monocytes and lymphocytes' subsets according to the stages of DD.
Materials and methods

Patients
A total of 39 adult male patients with DD aged between 45 and 69 (57 ± 12) years and a group of 29 age-matched, healthy male volunteers were included in this study.
Those patients were excluded from the study, who suffered from any infection or from an internal disease as autoimmune disease, diabetes mellitus, cirrhosis hepatis, epilepsy, known malignancies. The patients were grouped according to the classification of Chiu and McFarlane on the basis of clinical and pathological classification, and were designated as early, active and advanced stages (1 
Immunophenotyping
Peripheral blood samples were taken into EDTA tubes and stained within 24 hours.
Until staining procedure, specimens were stored at 4 °C. Fluorescence measurements were calibrated daily using standardized fluorescent surface labelled microspheres (FITC/PE). Standardization of cellular immunfluorescence relied on isotype control. Cells were first counted and then diluted in PBS buffer to a concentration of approx. antigens (upper right quadrant, Figure 1D) . B-lymphocytes express CD20
and the B1 population also the CD5 antigen (upper right quadrant, Figure   1E ).
Statistical analysis
Results are expressed in the percent of the total leukocyte number and in the calculated absolute cell-counts. Results are presented as mean ± standard error (SE).
One-way analysis of variance (ANOVA) was used for statistical analysis followed by a post-hoc paired comparison (LSD) test. A probability level of <5 % was accepted as significance. Statistica for Windows program package was used for all statistical analysis, by 95% confidential interval. Table 2 ). The ratio of CD4+/CD8+ T-cells fell in active stage (Table 2) . Nevertheless, the percentage of entire T-lymphocyte population and that of helper T-cells was found to be significantly different between stages 2 and 3 of Dupuytren's patients (19.02 ± 0.82 vs. 15.9 ± 1.38, P = 0.043 and 13.04 ± 0.85 vs. 10.27 ± 1.09, P = 0.023, respectively) ( Table 2 ). The ratios of cytotoxic T-, activated (HLA-DR+) T-cells and NK cells followed the alterations of helper T-lymphocyte populations, although neither of them changed significantly, the increase in HLA-DR+T lymphocytes show a strong tendency (P = 0.07) between the two DD groups (Table 1 and 2).
Results
In
Discussion
We observed different and characteristic changes in numbers of peripheral blood may refer to an ongoing inflammatory mechanism. Further studies, however, should be launched to investigate the aponeurosis infiltrating T-lymphocytes, the distribution and cytokine profile of the peripheral blood T-lymphocytes in early stage DD patients.
